(2) Potassium-glucose-insulin infusion' was followed by an increase in the occurrence of ventricular fibrillation.
(3) Transvenous pacing at rate of 90/min. (patient originally in sinus rhythm at 65/min.) was thought to provide marginal benefit.
(4) Propranolol 5 mg. intravenously had no effect alone, but was followed by freedom from ventricular fibrillation of up to one hour on two occasions when combined with 0-6 mg. of atropine, but hypotension prevented its further use.
(5) 40 ml. of magnesium sulphate 20% intravenously on three occasions was followed by remission of attacks of ventricular fibrillation of up to one hour. This was given because of the possibility of a diuretic-induced magnesium de- All samples were transferred to the laboratory immediately after collection, and bacterial counts carried out by the surface plating method. Part of the sample was immediately refrigerated, while the remainder was incubated at 37°C. overnight. At the end of this period further bacterial counts were carried out, and the creatinine content of both the refrigerated and incubated samples was measured on the Technicon auto-analyser.
In 12 urines which contained 108 organisms/ ml., and in nine urines from treated patients, the counts did not rise detectably on incubation. Otherwise, following overnight incubation the bacterial counts rose to 108 or more per ml., representing a rise of more than 1,000-fold in 16 urines, 100-fold in nine, and 10-fold or more in the remainder. Urinary creatinine concentrations ranged from 14 to 236 mg./100 ml. In none of the 90 samples examined was there any change in urine creatinine content outside the analytical error of the method.
The results of these studies thus clearly show that over a wide range of creatinine concentrations bacterial multiplication within the urine over a period of up to 24 hours has no effect on urinary creatinine content. We have therefore concluded that estimations of urinary creatinine for clearance or other purposes are not invalidated by the presence of bacteria in the sample. The malaria parasite was discovered by Alphonse Laveran in 1880 and its transmission by a mosquito by Ronald Ross in 1897. Manson must be given credit for the mosquito-malaria theory, which he formulated and put forward in 1894 and again in 1896, and which guided and stimulated Ross. It remained, however, only a theory until Ross and later workers actually transmitted the malaria parasite by the bite of a mosquito.
The scepticism with which the mosquitomalaria theory was received is illustrated by a story which Sir Patrick's son-in-law, the late Sir Philip Manson-Bahr, used Paraneoplastic Hypercalcaemia and Renal Malignancy SIR,-Paraneoplastic hypercalcaemia has been found in association with a wide variety of malignant processes.' Cytological specificity appears to exist in certain of the paraneoplastic syndromes.2 The present communication considers the possibility of a renal cellular specificity with respect to the syndrome of paraneoplastic hypercalcaemia.
In the 19 cases of renal carcinoma reported in association with " pseudohyperparathyroidism," 11 indicate cell type. Of these, 77% are cells with a clear cytoplasm, and the remainder squamous or transitional cell carcinomas of the renal pelvis. These data suggest the importance of the clear cell in its association with the syndrome, considering that the clear cell renal-cell carcinoma is found in but 40%/. of renal malignancies.3
The tumour composed of renal cells with clear cytoplasm has already been signalled in association with paraneoplastic crythrocytosis (4 January, p. 51). However, among the 83 cases reporting that syndrome which presented cell type, no tumour of the renal pelvis was noted.
Thus there appears to be a tendency for the clear cell renal-cell carcinoma and the transitional or squamous cell carcinoma of the renal pelvis to be associated with " pseudohyperparathyroidism " more frequently than the cell with granular cytoplasm, Wilms's tumour, or other malignant renal lesion.-I am, etc., MICHAEL A. SPERBER.
